We report here 2 cases of rheumatoid arthritis in which spontaneous rupture of the spleen occurred. Neither patient had suffered any injury sufficient to explain the rupture, and in both the splenic parenchyma was normal. On the basis of the histological changes in the splenic capsules we believe that these ruptures were causally related to the rheumatoid disease. If so, this represents a manifestation of the disease which so far as we are aware has not previously been described.
Case reports CASE 
1
A 60-year-old maintenance engineer was admitted in April 1981 for investigation of a pleural effusion. For 10 years he had experienced episodic joint pains that were diagnosed as palindromic rheumatoid arthritis. He became seropositive in 1979 and was treated with nonsteroidal anti-inflammatory drugs. He did not receive steroids or long-term 'suppressive' therapy.
In the 3 months prior to admission he had noticed an increase in the joint pains, especially in the hands, wrists, and shoulders. His appetite was poor and he had lost 6 kg in weight. He complained of an unproductive cough, shortness of breath, and lethargy. There was no history of any contact with tuberculosis.
On examination he was emaciated. His temperature was 37-5°C. There were no palpable lymph nodes. In his chest there was evidence of bilateral pleural effusions. His liver was palpable 5 cm below the right costal margin. His spleen was impalpable. There was a rheumatoid subcutaneous nodule over the left elbow. The right shoulder was irritable, but there was no other evidence of active synovitis. Pathological examination showed the spleen and subcapsular haematoma to weigh 300 g. There was thickening of the splenic capsule by dense fibrous tissue. Granulation tissue was present both on the surface of the fibrous tissue and in relation to a solitary capsular rheumatoid nodule. The granulation tissue was composed of palisades of fibroblasts, lymphocytes, polymorph neutrophils, and foamy 411 histiocytes, including occasional multinucleate forms ( Figs. 1 and 2 ). The splenic pulp showed no significant abnormality.
Further investigation of the pleural effusion revealed a straw coloured aspirate with an undetectable glucose content and a protein concentration of 50 g/l. Cytology showed numerous degenerate polymorphs and macrophages, including mononuclear and multinucleated epithelium-like forms. There 4 .
. were no organisms or malignant cells. This appearance is similar to that described in rheumatoid effusions.'
A pleural biopsy showed thickening by acellular hyaline fibrous tissue. A patchy lymphocytic infiltration was scattered throughout. Foamy histiocytes, including multinucleate forms, were present towards the pulmonary surface. Although nonspecific, the changes were consistent with that described in rheumatoid pleurisy2 and were comparable to the changes in the splenic capsule.
Bronchoscopy was normal and attempted percutaneous biopsy of the pulmonary opacity failed to provide a diagnostic sample.
The patient was treated empirically for 9 months with standard antituberculous chemotherapy, but there was no change in the coin lesion or the pleural effusions. These are believed to be a rheumatoid nodule and rheumatoid pleural effusion respectively. Electromyographic studies showed evidence of myopathy of proximal muscles but without inflammatory features to suggest active polymyositis.
Immediate treatment included intravenous low molecular weight dextran for 48 hours, but the tips of the involved fingers remained gangrenous. Penicillamine was discontinued and she was started on azathioprine 2 mg per body weight per day, with an increase in the dose of prednisolone to 40 mg daily.
On 13 November her vasculitis and peripheral circulation had improved, but her muscle weakness persisted. Infection then became a major problem, and for this reason the azathioprine was discontinued.
She developed a Gram-negative septicaemia associated with a right lower lobe klebsiella pneumonia. Later, blood cultures also grew Staphylococcus aureus, similar to cultures from skin ulcer swabs. Pus also developed in her right wrist joint, and the previously well healed scar on her right acromioclavicular joint exuded pus, but this was repeatedly sterile. Treatment of her infections with appropriate intravenous antibiotics was moderately successful but also resulted in widespread overgrowth of candida, requiring intravenous miconazole.
On 18 November she developed respiratory distress with extensive dullness to percussion over the left lung. One litre of sterile straw-coloured fluid was aspirated. This produced temporary improvement, but she subsequently deteriorated and died on 9 December. Throughout the illness there was no trauma or violent vomiting, and she did not receive external cardiac massage.
At necropsy the macroscopic findings included a large left pulmonary embolus, a right lower lobe lung abscess, and a large perisplenic haematoma in relation to 
